Abstract
. Indeed, we found that Ly6C was expressed by only corroborated these findings with flow cytometric analysis that showed that Ly6C + ILC1s in the infected 236 liver contained both a CX3CR1 + CXCR6 -population that expressed higher levels of Zeb2, mirroring the especially prominent in the infected Tbx21 -/-sample (Fig. 5e,g ), suggesting that this cluster includes the
240
Eomes + CD49a + cells that arose in the liver after infection (Fig. 5b) Fig. 5a ) with normal numbers of CD49a + ILC1s ( (Fig. 6a,b) , showing that expansion of these cells requires Eomes. However, while the overall 253 number of CD49a + cells did not change between uninfected and infected Eomes cKO mice, the number of 254 CD49a + Ly6C + cells increased slightly (Fig. 6b) , and a greater frequency of the CD49a + cells expressed 255 Ly6C (Fig. 6c) , showing that mild ILC1 expansion occurs in the absence of NK cells. However,
256
approximately three times as many CD49a + Ly6C + cells were derived from Eomes-dependent cells, i.e.,
257
NK cells (Fig. 6b) 
293
Our scRNA-seq data suggested that T. gondii infection drastically rewires NK cells and ILC1s to induce 294 permanent changes. To provide confirmatory evidence, we performed bulk RNA sequencing (RNA-seq)
295
to inform epigenomic analyses, even though we realize that these approaches lose single cell resolution.
296
For this analysis, we used splenocytes, sorted into NK cells (Ly6C -CD49a -) from uninfected and infected 297 mice, and T. gondii-induced ILC1 (Ly6C + CD49a + ) populations, which were accurately identified Eomes +
298
and Eomes -cells, respectively (Supplementary Fig. 6a ). With respect to our scRNA-seq analysis, these 
301
Principal component analysis and hierarchical clustering showed a higher degree of similarity between 302 NK cells from uninfected and infected mice, relative to T. gondii-induced ILC1s (Fig. 7a,b) . As expected,
303
Ly6c1, Ly6c2, Itga1, and Eomes were differentially expressed (Fig. 7c) . We found extensive differences 304 between NK cells and T. gondii-induced ILC1s, including differences in the expression of surface 305 markers, transcription factors, secreted factors, adhesion molecules, chemokine receptors, and signaling 306 molecules (Fig. 7d) . 
489
To assess Eomes downregulation after culture in IL-12, 5x10 6 splenocytes were cultured in R-10 medium
490
(RPMI-1640 medium containing 10% FBS, 2 mM glutamine, 100 U/mL penicillin, and 100 µg/mL 
